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Please amend the specification as follows: 

Please replace the last full paragraph starting at page 2, line 31, and ending on page 3, 
line 6, with the following rewritten paragraph: 

The present inventors vigorously studied to solve the above-mentioned problems. In 
canine small intestinal brush border membrane with strong ATB°' + activity, L-2- 
phenylglycine shows a stronger affinity than the similar L-alanine and L-phenylalanine, and is 
thus considered to be a competitive inhibitor, highly specific to ATB°' + (Hatanaka et al. 2002, 
J. Pharm. Pharmcol.). The present inventors used L-2-phenylglycine, which is considered to 
be an ATB°' + inhibitor, as a test substance to perform cell growth tests on human colon cancer 
cell lines SW60 SW620 and HT-29, and breast cancer cell line MCF-7. As a result, cell 
growth suppression due to L-2-phenylglycine was not observed in SW60 SW620 . On the 
other hand, cell growth suppression dependent on L-2-phenylglycine concentration was 
observed in HT-29 and MCF-7. According to RT-PCR results, ATB°' + expression was high 
in MCF-7 and HT-29, and below detectable limits in SW60 SW620 . From the above, cell 
growth suppression by L-2-phenylglycine was suggested to be due to inhibition of ATB 0 + 
function rather than non-specific cytotoxicity. 

Please replace the 1 st , 2 nd , 3 rd , 4 th and 5 th full paragraphs starting at page 16, line 1, and 
ending on page 16, line 27, with the following rewritten paragraphs: 

[Example 2] The cell growth suppression effect of L-2-phenylglycine on human colon cancer 
cell lines SW60 SW620 and HT29, and breast cancer cell line MCF-7 

L-2-phenylglycine shows a stronger affinity than the similar L-alanine and L- 
phenylalanine in canine small intestinal brush border membrane that shows strong ATB 0 + 
activity. Accordingly, L-2-phenylglycine is considered to be a competitive inhibitor with 
strong specificity to ATB 0 + (Hatanaka et al. 2002, J. Pharm. Pharmacol.). The present 
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inventors prepared 20 mM L-2-phenylglycine solution by dissolving L-2-phenylglycine in a 
medium containing 0% FBS. IMDM was used as the medium for SW60 SW620 and HT29; 
and RPMI was used for MCF-7. This solution was diluted with the medium to prepare L-2- 
phenylglycine solutions of 2, 0.2, 0.02, and 0.002 mM. 

Human colon cancer cell lines SW60 SW620 and HT29, and breast cancer cell line 
MCF-7 were prepared with medium to form 4x 10 6 , 1.6x 10 6 , and 1.6x 10 6 cells/mL, 
respectively. 25 uL/well of the suspensions thus obtained (lx 10 5 , 4x 10 4 , and 4x 10 4 cells, 
respectively) were plated onto a 96-well plate, which already contained 25 uL/well of 
medium comprising 12% FBS. 50 \iL of L-2-phenylglycine solution was then added to each 
well. The cells were cultured in a 5% CO2 incubator, and surviving cell count was quantified 
by MTS assay on the fourth day of culturing. 

Fig. 2 shows the results of examining cell growth. Cell growth suppression due to L- 
2-phenylglycine could not be observed in SW60 SW620 . On the other hand, concentration- 
dependent cell growth suppression was observed in HT29 and MCF-7. In the presence of 10 
uM L-2-phenylglycine, cell growth suppression in HT29 was approximately 1 0% and reached 
equilibrium. Cell growth suppression in MCF-7 was approximately 10% in the presence of 1 
mM L-2-phenylglycine. 

According to the RT-PCR results, ATB 0,+ expression levels were high in MCF-7 and 
HT29, and below the detection limit in SW60 SW620 (Fig. 1). Accordingly, cell growth 
suppression by L-2-phenylglycine was considered to be due to the inhibition of ATB°' + 
function, rather than to a non-specific cytotoxicity. 



